Phaeochromocytoma is a rare condition accounting for 0.1-1% of cases of hypertension (Manger & Gifford 1978) . Although sustained hypertension that is refractory to conventional therapy may be the presenting complaint, the diagnosis is most often suspected in the presence of paroxysmal hypertension in association with symptoms such as anxiety, malaise, palpitations, sweating and headache, as in our patient. Confirmation of the diagnosis is usually by biochemical means, characteristically by elevated urinary catecholamine, VMA or metanephrine excretion. Several techniques including intravenous urography, arteriography, venography and more recently CT scanning and MIBG scanning may then be used for tumour localization prior to excision. Since the decision to investigate patients with suspected phaeochromocytoma is so heavily dependent on the initial biochemical findings, factitious results can lead to unnecessary and costly investigations.
The therapeutic advantage of labetalol, a potent alphaand beta-adrenoceptor blocking agent, in the management of possible phaeochromocytoma, while theoretically attractive, seems offset by the unfortunate property of this drug to interfere directly with the very investigations which are essential in establishing the diagnosis. Although labetalol does not interfere with radioenzymatic methods for plasma or urinary catecholamine estimations, this technique is not available in routine laboratory practice where fluorimetric, spectrophotometric and HPLC-ECD methods are generally used. Since labetalol causes spurious elevation of catecholamines and their metabolites in these assays, in our opinion this drug should be withheld during investigations of phaeochromocytoma if serious difficulties in the interpretation of biochemical results are to be avoided. Richards A patient is described with a long-term history of abdominal symptoms in whom a biopsy of bilateral ankle ulcers on initial presentation had shown the presence of what, in retrospect, was granulomatous vasculitis, but the diagnosis of Crohn's disease was not established until 9 years later. Crohn's disease should be considered as the cause of abdominal symptoms in a patient with cutaneous granulomatous vasculitis.
Case report A 51-year-old grinder was admitted urgently in January 1984 with severe abdominal pain and vomiting. His past medical history extended over 9 years. In 1975 he had presented with left iliac fossa pain and loose stools (3 times daily). A striking feature at that time was bilateral ankle ulceration. This had begun the previous year with red tender areas which had subsequently ulcerated. There was no surrounding livedo reticularis. Haematological investigations showed a mild iron deficiency anaemia (11 g/dl) and an ESR of 56 mm/h (Westergren). A barium enema was normal. Skin biopsy revealed necrotizing vasculitis which was reported as consistent with polyarteritis nodosa. The skin lesions healed on prednisolone (20mg daily). One year later he sustained a myocardial infarction which was thought to reflect coronary arteritis. In 1979 he was seen with right iliac fossa pain but this settled on intravenous steroids and fluids and was not further investigated. However, his glucose tolerance was found to be abnormal and he was started on chlorpropamide. Prednisolone was reduced to 10mg daily. In 1981 he returned with intermittent diarrhoea. His bowels opened 3 times daily with liquid faeces but no blood or slime. Sigmoidoscopy revealed small mucosal polyps and biopsy showed nonspecific proctitis. A barium enema was declined. In 1982 he developed an ischiorectal abscess and a persistent sinus which necessitated operative treatment.
His abdominal symptoms and general condition on admission in January 1984 were serious enough to warrant exploratory laparotomy. Operation revealed 53 cm of thickened terminal ileum with perforation and a 300 ml pericolic abscess. A bypass ileocolic anastomosis was performed with a 'Accepted 24 January 1985 0141-0768/85/070589-02/S02.00/0 temporary defunctioning colostomy. This has subsequently been closed and the patient remains well. Histological examination of the resected specimen showed chronic ileitis with a transmural giant-cell granulomatous inflammatory reaction. Stains for acid-alcohol-fast organisms were negative and the features were considered to be those of Crohn's disease. There was no evidence of vasculitis in the mural or mesenteric vessels.
In view of these findings, the original skin biopsy was reviewed and necrotizing vasculitis in medium-sized dermal vessels confirmed. As noted in 1975, the vessel walls contained a giant-cell granulomatous infiltrate but additional stains have shown no destruction of the internal elastic lamina. With hindsight, it would have been more reasonable for the biopsy to have been reported as granulomatous vasculitis rather than polyarteritis nodosa.
Discussion
Clinicopathological correlation has reasonably excluded other known causes of granulomatous vasculitis and in this case appears to represent a cutaneous manifestation of Crohn's disease. Cutaneous manifestations of Crohn's disease occur in approximately 20% of patients (Dyer et al. 1970) . They include erythema nodosum, pyoderma gangrenosum, perianal skin tags and fistulae.
Vascular changes can occur in both pyoderma gangrenosum and erythema nodosum. Pyoderma gangrenosum may be a form of vasculitis but results to date are inconclusive. Erythema nodosum usually represents a granulomatous panniculitis, but septal vasculitis can be an additional feature. In addition, cutaneous necrotizing vasculitis has been described in association with idiopathic inflammatory bowel disease. It has been reported in occasional patients with ulcerative colitis (Callen 1979) and to date in a total of 8 patients with Crohn's disease (Dyer et al 1970) , Verbov & Stansfield 1972 , Burgdorf& Orkin 1981 , Chalvardjian & Nethercott 1982 . In a series including 6 of these patients, the vascular changes were interpreted as representing coexistent cutaneous polyarteritis nodosa (Dyer et al. 1970 , Verbov & Stansfield 1972 . All 6 showed livedo reticularis but histological proof of vasculitis was obtained in only 3. It is of interest that in one case the inflammation was described as granulomatous. The remaining 2 of the 8 patients showed cutaneous granulomatous vasculitis and this was considered to be a manifestation of Crohn's disease (Burgdorf & Orkin 1981 , Chalvardjian & Nethercott 1982 . In both of these cases the diagnosis of Crohn's disease had been established 14 years previously. Granulomatous vasculitis can occasionally be seen in the intestinal lesions of Crohn's disease and it has been suggested that the reaction may represent an immune response to antigen localized within the vessel wall (Thompson 1983 ). However, complement and immunoglobulin have not been identified within the vessel walls of our case by immunoperoxidase stains, and this negative observation was also made in one of the previous cases of granulomatous vasculitis using immunofluorescence (Chalvardjian & Nethercott 1982) .
